Desquamative interstitial pneumonia is a disease characterized by massive alveolar cell proliferation and desquamation with sparse interstitial involvement. The reported case shows an unusually widespread radiographic reticulo-nodular image and abundant alveolar cells in the sputum. Functional studies reveal the expected diffusion defect with practically normal mechanical properties of the lung, in contrast with interstitial fibrosing lung diseases. On the basis of the pathological findings, especially the behaviour of alveolar cells, the individuality of this disease is discussed. We think that it is different from other diseases classed as varieties of a single disease or as different entities under the names of primary interstitial fibrosis or chronic fibrosing alveolitis.
Liebow (Liebow, Steer, and Billingsley, 1965) separated from the complex group of idiopathic pulmonary interstitial fibroisis a disease which they described as desquamative interstitial pneumonia (DIP). Its principal and distinctive pathological characteristic was a uniform and widespread proliferation of type II or granular cells of the alveolar epithelium which massively desquamated into the alveolus. Interstitial septa were slightly or moderately involved, except in very late stages of the disease.
Gaensler, Goff, and Prowse (1966) described 12 additional cases, and in 1967 Goff, McNary, and Gaensler added another. The present report describes a case of DIP in which the mechanical properties of the lung were studied, and cytology of the sputum revealed the same desquamated cells that were found in the lung biopsy specimen. CASE REPORT 0. L. B.. a 60-year-old man, had since 1964 presented progressive exertional dyspnoea and cough with scanty mucoid sputum. In September 1965 a chest radiograph revealed diffuse bilateral mottling diagnosed as miliary turberculosis and the condition was treated as such. After three months treatment was discontinued on account of consistently negative bacteriological examinations and persistence of the radiographic findings. Clubbing of the fingers had been 'With the support of the Gildemeister Foundation, Santiago, Chile noticed several months prior to the first symptoms. The past history was not contributory, except for prolonged heavy smoking. He worked as a mechanical engineer in a copper mine, but had had no significant exposure to silica.
On physical examination dry fine crepitations were heard over both lung bases, and marked cyanosis, which increased during exercise, was present. Chest radiographs showed some hilar enlargement, and widespread abundant fine reticular and nodular mottling which was concentrated in both lower regions of the lungs with relative indemnity of the costodiaphragmatic angles (Figs 1 and 2) .
The blood sedimentation rate was 34 mm./hour and the plasma proteins were 6-8 g./ 100 ml. with 370' gamma-globulins. Other blood tests were negative. and an electrocardiogram showed only a clock-wise rotation of the heart. Lung-function studies are summarized in Tables I.  IT, and III. With the hypothesis of fibrosing interstitial lung disease a biopsy was taken from the lingular segment of the left upper lobe by a thoracotomy. Histological examination showed a well-preserved general lung architecture (Fig. 3) . The alveolar spaces were filled with desquamated large alveolar cells with an eosinophilic cytoplasm and a round or oval, generally excentric, nucleus, which was homogenously chromatinic (Fig. 4) . The cytoplasm contained fine brownish-yellow granules which were PAS-positive and did not take up Prussian blue. The cells were either free or formed syncytial masses. Some of the cells were multinucleated (Fig. 5) , and a few showed macrophagic activity with inclusion of small fragments of connective or elastic tissue. The same type of cells Desquarnative alveolar disease lined the alveolar walls and gave them a thickened appearance. In the interstitial space some lymphocytes and reticular cells were observed, with moderate and irregular fibrosis of the argyrophilic reticulum. No alteration of elastic fibres was present and the interstitial reticular structure was preserved, except in the fibrosed areas mentioned. (Liebow et al., 1965; Gaensler et al., 1966; Goff et al., 1967) . Lung volumes were normal and no signs of obstructive disease were present. A severe resting hypoxaemia with a Pao2 of 48 mm. Hg was markedly exaggerated during exercise and the alveolar-arterial 02 gradient was increased to 53 mm. Paco2 was normal and DLco was restricted to 5 08 ml./min./mm. Hg at rest and 9 7 ml./ min./mm. Hg during exercise.
Specific lung compliance was reduced to 0034 ml./cm. H20/l. F.R.C. and the total lung work was moderately elevated on account of an increased elastic work. Spontaneous breathing at rest was deep and slow with a tidal volume of 1,080 ml. and a frequency of 17/minute. These findings axe in contrast with the very low compliance and the fast and shallow breathing pattern of other pulmonary fibrosing diseases (Lisboa and Feretti, 1967; Lourenco, Turino, Davidson, and Fishman, 1965 (Liebow et al., 1965; Gaensler et al., 1966 Although on clinical grounds differentiation is usually easy, another disease which has to be considered in the pathological diagnosis is idiopathic pulmonary haemosiderosis. The DIP cytoplasmic brownish granules have been mistaken for haemosiderin (Gaensler et al., 1966) 
